In view of the recent demonstration of a structural coupling between alpha and beta cells (4), we wonder whether the paradoxical behavior here disclosed may not be somehow related to a functional uncoupling of these cells as the result of calcium deprivation (15). If so, the present protocol might prove useful for further studies on the significance of intercellular bridging in the physiology and pathology of islet tissue.
time-lapse cinematography, calcium deprivation also causes a rapid loss of the normal contiguity of adjacent cells [L. Orci, B . Blondel, F. MalaisseLagae, M. Ravazzola, C. Wollheim, W. J. Malaisse, A. E. Renold, Diabetologia 10, 382 (1974) Said and co-workers (1) reported a frequent appearance of prostaglandins or prostaglandin-like biologically active substances in the venous effluent from isolated, perfused lungs during hypoxic ventilation. Furthermore, aspirin, which is a potent inhibitor of prostaglandin biosynthesis (2) , was found to reduce the pulmonary vasoconstrictor response to hypoxic breathing in cats. Several things make this work difficult to assess. Alveolar hypoxia was induced in cat lungs perfused with the extremely low flow of 10 ml/min (3) . No information was given about pulmonary arterial pressure (PAP), but assuming a normal pressure range, pulmonary vascular resistance (PVR) must have been increased by a factor of 25 or more, indicating grossly abnormal lungs. Furthermore, PAP-rises of as little as 1 mm-Hg were taken as evidence of a true hypoxic response. The average increase in PAP also seemed to be very small (4) .
The effluent pulmonary perfusate superfused a series of specific smooth muscle assay organs. Whenever alveolar hypoxia elicited pulmonary hypertension, one or more of the assay organs contracted in all but four cases. When used, the rat stomach strip, the rat colon, and the chick rectum contracted in 38, 31, and 19 percent of the cases, respectively. Vane and co-workers recommend the simultaneous contraction of rat stomach strip, rat colon, and chick rectum for the bioassay of prostaglandinlike substances (5 ous chemical and mechanical stimuli with distortion of cell membranes (5) . Since the lungs perfused were not normal in the control situation, even slight additional changes might induce prostaglandin-release as a secondary and not as a causal event.
After administration of aspirin to cats a significant reduction of the pulmonary hypoxic response was reported. However, aspirin by itself elevated PVR, whereas the PVR level obtained during hypoxic breathing was identical with that in the control situation. When an aspirin-related reduction in the vasoconstrictor response was claimed, it was based on calculations in percent of the new PVR baseline levels, assuming a linear system. No tests with a pulmonary vasoconstrictor agent were carried out. General and nonspecific depression of vascular smooth muscles has earlier been described for rabbit lungs following the administration of aspirin-like drugs (6) .
For these several reasons we do not feel convinced that the experiments of Said and co-workers are conclusive as regards a frequent prostaglandin release, and its possible role in the mediation of the pulmonary vascular response to hypoxia. In the notes of their report Said and coworkers also state that another inhibitor of prostaglandin biosynthesis, indomethacin, "sometimes even enhanced" the pulmonary arterial pressor response to hypoxia in cats (1) .
This last observation is in agreement with recent results obtained in our laboratory (7) . We used an isolated, ventilated rat lung preparation perfused with blood at constant volume inflow (8) . Pressor responses elicited by repeated episodes of alveolar hypoxia (9) followed a characteristic pattern (8) . In all experiments PVR was within normal limits for rats. In eight experiments addition to the perfusate (100 ,ug/ml) of either indomethacin, sodium meclofenamate, or aspirin never gave a reduction in the pressor responses to alveolar hypoxia, but sometimes a moderate increase in these responses was observed. This increase was significant (P < .04, Wilcoxon two-sided test 
